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II. REMARKS 

Knrmal Matters 

Claims 1-26 and 28-64 are pending after entry of the amendments set forth herein. 

Claims 1-8, 16, 20, 27, and 33 were examined and were rejected. Claims 9-15, 17-19, 21-26. 28- 

32, and 34-62 were withdrawn from consideration. 

Claims 1, 20. and 33 are amended. The amendments to the claims were made .solely in tlie 

interest of expediting prosecution, and are not to be constmed as an acquiescence to any objection or 

^. . „i^:.«r. 1 on 9r>^< ^'» io found in tjic claims as 
rejection of any ciajm. suppon ror tnc amerium».n« v.o.... 

originally filed, and throughout the specification, in particular at the following exemplary locations: 
page 12, lines 20-25; and Example 3. Accordingly, no new matter is added by these amendments. 

Please replace claims 1. 20, and 33 wiUi the clean version provided above. 

Claim 27 is canceled without prejudice to renewal, without intent to acquiesce to any rejection, 
and without intent to surrender any subject matter encompassed by the canceled claim. Applicanls 
expressly reserve the right to pursue any canceled subject matter in one or more continuation and/or 

divisional applications. 

Claims 63 and 64 are added. Support for new claims 63 and 64 is found in the claims as 
originally filed, and throughout the specification, in particular at the following exemplary location: 
Example 3. Accordingly, no new matter is added. 

Attached hereto is a markcd-up version of the changes made to the claims by the cuirent 
amendment. The attached is captioned "Vf RSlON WITH MARKING.S TO SHOW CHANQRS 
MADE ." 

Applicants rcsiDCctfiilly request reconsideration of the application in view of the remarks made 

herein. 
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jpjVM-innti nn Disclosure Statement 

Applicants file herewith an Information Disclosure Statement, which provides: 

1) a copy of Roid et al., "Radial Migration of Subependymal Cells in the Adult Rodent 
Forcbrain", Society o/Neurosdence - ABSTRACTS, Vol. 22 Part 3, 26^" At^nual 
Meeting. Washington, D.C. November 16^21 1996 ("Reid. 1996 Abstract"); and 

2) a copy of James Steven Reid's doctoral thesis ("Reid thesis"). 

1) Reid 1996 Abstract 

As expiaiaed ift the amendment, ft led cr. September 16, 2002 and responsive to the May 6, 2002 
Office Action in parent case U.S. Serial No. 09/129,028. the Reid 1996 Abstrnct is not available as prior 
art under 35 U.S. C. §102 against the present application. 

Applicants' disclosure of tlieir own work within one year before the application filing date 
cannot be u.«ied against them under 35 U.S.C.§l02(a). Therefore, where the applicants are co-authors of 
a publication cited against their application, the publication may be removed as a reference by 
submission of a declaration establishing that the article is describing applicants' own work, Lc, that the 
publication is not "by another." The courts have found that persons involved only with assay and testing 
are normally listed as coauthors but are not considered co-inventors.' Authorship of an article by itself 
does not raise a presumption of inventorship with respect to the subject matter disclosed in the article. 
Thus, co-authors may not be presumed to be coinventors merely from tl^e fact of co-authorship. 

' The situation in the present application is similar to that of In re Kalz. First, the September 17, 
1996 dale is less than one year before the August 4, 1997 priority date of the instant application. 
Second, the authors listed on the Reid Abstract arc Reid. Patcl. and Fallon. Patel is not a co-inventor of 
the present application. Patel is not an inventor, as he was working under the direction of Fallon, and 
did not contribute to the inventive concept. Accordingly, the Reid 1996 Abstract is the inventors' own 
work, and as such is not invention "by another." A copy of the Declaration under 37 C.F.R.§ 1 . 132 by 



hn /fl rcKtm, 21S USPQ 14 (CCl'A 1982). Kntz staled in a declaration that the wauihors of the died publication, 
Ch\ot^.n and Kshhnr. "were student, working under the direction and supervision of the inventor. Dr. D.avid 11. Katr.." The 
court hold that this declaration, in combination witl» the fact that the publication was a i^c^rch paper, was enough to 
establish Katz as the sole inventor and that Uie work described in the publication was bis own. In research papers, students 
involved only with assay and testing are normally listed as coauthors but arc not considered co-inventcr*. 
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Dr. James Gallon, which was made of record in the 09/129.028 application, attests to this fact and is 

provided herewith as Exhibit 1 . 

Therefore, in view of the evidence in the form of the Declaration of James Fallon under 37 
C.F.R.§1.132, the Reid 1996 Abstract is not available as prior art under 35 U.S.C.§102 against the 
present application, as it is derived from the inventors' own work. 

1) Reid thesis 

A copy of the doctoral thesis of inventor James Steven Reid is provided herewith. The Reid 
thesis is not available as prior art to the instant application unaer i5 u .o.^.s lu^. 

As discussed in MPEP §2128.01, a doctoral thesis is available as prior art as a "printed 
publication" only when indexed, cataloged, and shelved in a library such that it is sufficiently 
accessible to the public. The Reid thesis was deposited with the Office of Graduate Studies at the 
University of California. Irvine, in March. 1997. However, the Reid thesis was not cataloged in the 
University library until October 15, 1997. Thus, the Reid thesis was not available to tlie public as a 
printed publication until after the August 4, 1997 priority date of the instant application. Accordingly, 
the Reid thesis is not available as prior art to the instant application under 35 U.S.C.§102. 

ifnjoHf^i- ^ nndcr 35 U.S-C - ijll?, fiyst paranranh 

" Claim.s 1-8, 20, 27, and 33 were rejected under 35 U.S.C.§ 1 12, first paragraph, as allegedly 
lacking written description. Claims 1-8, 20, 27, and 33 were rejected vtndcr 35 U.S.C.§1 12, first 
paragraph, as allegedly lacking enablement. 
Writtcq description 

The Office Action stated that while the disclosure teaches that TGF-a is a molecule that binds 
EGF receptor (liGF-R), the recitation of ill described molecules which maintain such fimctional 
activities merely represents a functional recitation of multiple distinct classes of molecules that are not 
structurally described but which arc encompassed by the claims. Applicants respectfully traverse the 
rejection. 

All that is necessary to ftilfill the written description requirement is that one of ski II in the art 
recognize that the Applicants uwentcd what is claimed. MPEP §2 163.02. An objective standard for 
determining compliance with the written description requirement is, "does the description clearly allow 



Recdyed ffoin < USPTO > at.ni2:35:24Pp^^ Time] 



5 



JAN-06-03 HON 09:01 AH FAX NO. P. 11 

AttyDkt.No.: UCAL263C1P 
USSN: 09/739»933 

persons of ordinary skill in the art to recognize that he or she invented what is claimed." Applicants 
submit U.at those skilled in the art would recognise that Applicants invented what is claimed. 

The in.stant speciftcation provides an amplo description of compounds that were known in the art 
10 bind and activate an EGF-R. including EOF. TGF-a. beUtcellulin. heparin bmding EGF-like factor, 
amphirogulin, heregulin. and neureguUn-3. and variants thereof. Specification, e.g.. page 1 2. hne 28 to 
page 1 3, lino 6. The 0 nice Action stated that while the di.sclosure teaches that TGF-a is a molecule that 
binds the B OF-R, "the recitation of alterative ill described molecules which maintain such functional 
activities as noted above merely ropreseTite a functional recitation of multiple distinct classes of 
molecules which are not structurally described but which arc encompassed by the claims." Office 
Action page 3. However, many of the compounds discussed in the specification were well known m the 
art at the time of filing. It was further known that a number of EGF-R ligands share structural features. 
These strucmml feati,res are depicted in the amnio acid sequence alignment, provided herewith as 
Bxhibit 2. 

The instant specification provides working examples of the use of TGF-a to attract a glial 
progenitor cell to a site of CNS lesion or damage. Specification, e.g.. Example 3. Based on Applicants' 
disclosure, those skilled in the art would reasonably expect that other EGF-R binding compounds would 
also function to attract a glial progenitor cell to a site of CNS lesion or damage. 

Eligblcnjent 

The Office Action stated that the specification is enabling for TGF-a binding to the EGF 
receptor, and stated that the specification does not reasonably provide enablement for the generic 
recitation of all compounds that bind to the EGF receptor to attract a glial progenitor cell or progeny 
thereof or to stimulate differentiation as claimed. Applicants respectfully traverse the rejection. 

The enablement requirement of 35 U.S.C.§ 1 12, first paragraph, requires that an Applicant teach 
how to make and use the invention commensurate in scope with the claims. Applicants have shown by 
working example that an EGF-R binding ligand, when administered outside the ventricles to an animal 
having CNS damage or lesion, is effective in attracting a glial progenitor cell or its progeny to the site of 
CNS damage or lesion. Applicants have also provided abundant description of how to detcnnine 
wheihcr a given EGF-R binding compound attracts a glial progenitor cell or its progeny to the site of 
CNS damage or lesion. Applicants submit that the enablement requirement of 35 U.S.C.§1 12. first 
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paragraph, has been met. 



The insiaat specification provides ample description of methods for attracting a glial progenitor 
cell or progeny thereof to a site of CNS lesion or damage. Specification, e.g., page 12. lines 3-8; and 
Example 3 (be^mning on page 68). The specification provides working examples ofmethods for 
nltrnctinfi a glial progenitor cell or p«.geny thereof to a site of CNS lesion or damage in a mammal, 
eomprising administering a compound that binds an EOF-R to the mammal. The working example 
exemplifies use of TGF-a, 

The specification further provides ample description, including by working example, of how to 
determine whether a given compound binds an EGF-R. and how to determine whether a given 
compound that binds an EGF-R attracts a glial progenitor cell or progeny thereof to a site of CNS lesion 
or damage. Specification, page 29, lines 7-24; and Example 3, page 68 et seq. 

Applicants are not required under 35 U.S.C.§ 1 12, first paragraph, to show that each and every 
compound that binds an EGF-R will function in the methods as claimed. Furthermore, the claims 
requim that a glial progenitor cell or its progeny be attracted to . site of CNS damage or lesion. Thus, 
the claims exclude compounds that, when administered as claimed, do not attract a glial progenitor cell 
or its progeny to a site of CNS damage or lesion. 

m view of the description in the specification, including working examples, of mcUiods for 
attracting a glial progenitor cell or progeny thereof to a site of CNS lesion or damage, those skilled in 
the art would reasonably expect that other compounds that bind EGF-R would also atlruct a glial 
progenitor cell or progeny thereof to a site of CNS lesion or damage. 

rr.nrh.sion as to the r r-- j^Hinns under 35 U.S C (1112 , fi rst para^yaph 

Applicants submit that tlie rejection of claims 1-8, 20, 27. and 33 under 35 U.S.C. §1 12, first 

pamgraph, has been adequately addressed in view ofihc remarks set forth above. The Examiner is thus 

respectfully requested to withdraw the rejection. 
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Claim 20 was rejected under 35 U.S.C.§112, second paragraph, as allegedly indefinite. 

The Office Action staled that claims 20 is incomplete for omitting essential steps, the omitted 
steps being those steps which link the in vitro administration of the compound to the method as claimed 
in claim 1. 

Tltc Office Action suggested the recitation "wherein the CNS tissue is in tissue culture." 
Applicants thank the Office for the helpful suggestion, which is incorporated into claim 20. 

Apphcants submit that the rejection of claim 20 under 35 U.S.C §112. second paragraph, has 
been adequately addressed in view of the remarks set forth above. The Examiner is thus respectfully 
requested to withdraw the rejection. 

Claims 1^7. 16. and 33 were rejected under 35 U.S.C,§ 102(a) as allegedly anticipated by Red et 
al. ("Radial Migration of Subependymal Cells in the Adult Rodent Forcbrain" Abstract. 8-7-97; 

hcrcinaiXcr "the Rcid Abstract"). 

The Office Action Slated that the Rcid Abstract teaches striatal infusion of TGF-a in lesioncd 
dopaminergic nigrostriatal pathway, and that the infused TGF-a induces cells in the subependymal .one 
to proliferate and migrate radially into the overlying striatmi.. The Office Action concluded that the 
Reid Abstract anticipates the claimed invention. Applicants respectfully traverse the rejection. 

The Reid Abstract is not available as prior art under 35 U.S.C.§102(a). The Rcid Abstract was 
published on August 8, 1997. The instant application claims benefit of the August 4. 1997 filing date of 
U.S. Provisional Application No. 60/055,383. Hence, the effective filing date of the instant application 
is August 4, 1997. Since the Reid Abstract published after ihc effective filing dale of the instant 
application, the Rcid Abstract is not available as prior art under 35 U.S.C.§ 102(a). 

Applicants submit that the rejection of claims 1-7, 16, and 33 under 35 U.S.C. § 102(a) has been 
adequately addressed in view of the remarks set forth above. The Examiner is thus respectfully 
requested to withdraw the rejection. 
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' Claims 1-8, 16, and 33 were rejected uader 35 U.S.C.§ 102(e) as allegedly anticipated by Weiss 

ct al. (U.S. Patent No. 5.980,885; "Weiss"). 

The Omcc Action stated that Weiss teaches administration of TGF-a lo brain for the purpose of 
inducing in vivo proliferation, migration and differentiation of neural and/or glial cells and for treatment 
of HantinBton's, Alzheimer's, Parkinson's and other neurological disorders. The Office Action stated 
that as the treatment of Weiss involves administration of TGF-a to the brain and results in the contact of 
TGF-a, a compound that binds the EOF receptor with neural progenitor cells within the brain, the 
treatment taught by Weiss is necessarily the same as that daimed because the treatment comprises the 
same reagents, steps, and effect.. Applicants respectfully traverse the rejection. 

Without conceding as to the correctness of the rejection, claim 33 is amended to recite ''to a site 
of CNS damage or lesion," and "wherein the administration is outside the ventricles." 

iVeiss only discusses adntinisttation to the ventricles. 

Weiss does not disclose a treatment method that comprises the same reagents, steps, and effects 
as the instant claims. Weiss only shows intraventriculm- injection of growth factors to animals that 
have noimd^corlcsion. Weiss, Examples 27-30. Weiss states that EOF was infused into the 
Intcral ventricles (Weiss, Example 27, column 47. lines 12-16); that EOF and FGF were administered 
into the ventricular system (Weiss, Example 28. column 47. lines 59-63); that EGF or FGF or BGF and 
FGF together were administered into the lateral ventricle (Weiss, Example 29, column 48, lines 8-11); 
and that EGF was administered into the fourth ventricle (Weiss. Example 30, column 48. lines 27-32). 

Weiss states repeatedly that growth factors are delivered to the ventricles. Weiss, column 17. 
lines 8-19; column 26. lines 3-10; and column 26. lines 16-20. However, administruUon of TGFa. or 
functional fragment, thereof, to the ventricles doesnotfu n r tion m induce miftration of a glitegggllitor 
n.^^rd ft site of CN S damage or Icsion. 
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Weiss states: 

"The number of neural stem cell progeny proliferated in vitro from th 
mammalian CMS can be increased dramatically by injecting a growth factor or 
combination of growth factors, for example EGF. FGF. or EOF and FGF 
together, Into the ventricles ..." Column 17. lines 8-12. emphasis added. 

Weiss stales: 

"The ventricular systtm is found in nearly all brain regions and thus allows easier 
access to the affected areas. If one wants to modify the stem cells in vivo by 
exposing them to a composition comprising a growth factor or a viral vector, it is 
relatively easy to implant a device that administers the composition to the 
ventricle and thus, to the neural stem cells. For example, a camiula attachcil to 
an osmotic pump may be used to deliver the composition. Alternatively, the 
composition may be injected directly Into the ventricles." Column 26. lines 2- 
10, emphasi.s added, 



Weiss slates: 

"For treatment of Huntington's Disease, Alzheimer's Disease. Parkinson's 
Disease, and other neurological disorders a ffccting primarily the forebrain, 
growth factors or other neurological agents would be delivered to the ventricles 
of the forebrain ..." Column 26, lines 16-19, emphasis added. 

In contrast, the instant invention provides a method for altracting a glial progenitor cell or a 
progeny thereof to a site of CNS lesion or damage, wherein TGF-a is administered outside of the 
ventricles, such that the glial progenitor cells present in the ventricles (e.g.. the subependyn^al /.one) 
proliferate and nngrate .w.v from the ventricle s and toward a site of CNS damage or lesion. 

iVeiss iloai not show administration to a subject having CNS damage or lesion. 

Weiss docs not provide any disclosure showing admir^islration of TGF-a to a subject havinfi 
rMQ^.m. ^>.nr a CNS lesi on, as required in the instant claims. Where there is no lesion or CNS 
damage, there can be no migration to such. Weiss only discusses experiments in which EGF. FGF. or 
q combination of liGF and FGF were introduced intraveniriciilarly into mice that had no <;:NS damage 
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nr' CNS lesion . Wdss, Examples 27-30. Not one of the animals discussed in Examples 27-30 had CNS 
damage or lesion. 

Weiss docs not provide any teaching of administering TGF-ct to stimulate mig^n of a glial 
progenitor cell or progeny thereof to a site of CNS damage or lesion. Weiss only discusses results of 
administering EOF. FGl^ or a combination of EGF and FGF to ventricle of a mouse brain that docs not 
have any CNS damage or lesion. Weiss only discusses proliteion of neural stem cells following 
intraventricular injection of EGF, FGF, or a combination of EGF and FGF. Weiss, Examples 27-30. 

Weiss does not provide any evidence whatsoever that administration of TGF-a, with or without 
any other growth factors, will stimulate proliferation and migration of glial progenitor cells or progeny 
thereof to a site of CNS damage or lesion. 

Weiss does not show any directed migration of neural progenitor cells or their progeny to a site 

of CNS damage or lesion. 

Weiss does not show any directed migration of a glial progenitor cell or its progeny. Weiss docs 
not show migration of a glial progenitor cell or its progeny away from the ventricle and toward a site of 
CNS damage or lesion. Wciss's experimental animals do not have any CNS damage or lesion. In the 
absence of a lesion. Weiss ca>mot teach or suggest that TGF-a would stimulate glial progenitor cell or its 
progeny to proliferate .t.H rnKxriite tow ard a site of CNS damage or lesion. 

Weiss is not enabling for a method of attracting a glial progenitor cell to a site of CNS lesion or 
damage, involving administering TGF-a at or near a site of CNS lesion or damage, at a site outside of 
the ventricles. 

It is well-settled law that a reference must be enabling in order to anticipate a claim. The Federal 
Circuit has staled in In re Donahue. 226 USPQ 619 (Fed, Cir. 1985) that: 

It is well settled that prior art under 35 U.S.C. § 102 (b) must sufficiently describe the clai.ncd 
invention to have placed ihc public in possession of it. In re Sas.ie. 629 F.2d 675, 681 . 207 
U.S.P.Q. (UNA) 107, 1 1 1 (CCPA 1980); In re Samour, 571 P.2d at 562. 197 U,S.P.Q. at 4; see 
also Reading & Bates Construction Co. v. Baker Energy Re.';ource.i Corp., 748 F.2d 64S, 651-52, 
223 U.S.P.Q. (BNA) 1 168, 1 173 (Fed. Cir.1984). Such possession is effected if one of ordinary 
skill in the art could have combined the publication's description of the invention with his own 
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' knowledge to n..kc the clnimcd invention. Sec In rc UGric, 301 F.2d at 939, 1 33 U.S.P.Q. at 
373-74. Accordingly, even if the claimed invention is disclosed in a printed publication, that 
disclosure will not suffice as prior art if it was not enabling. In re Borst, 52 C.C.l'.A. 1398, 345 
F.2d 851, 855, 145 U.S.P.Q. (BNA) 554, 557 (1965), cert, denied, 382 U.S. 973. 83 S. Ct. 537, 
15L.r.d.2d465(1966). 

Tluis, if a reference is non-enabling for a particular invention, it cannot anticipate that particular 

invention. 

AS discussed above, Weiss does not show a method for attracting a glial progenitor cell to a site 
OfCNS lesion or damage, involving administering TGF-a an individual having CNS damage or 
lesion, where administration is .fth. ventricles. Weiss does not show migration of a neural 

stem cell or progeny thereof away from the ventricles and to a site of CNS lesion or damage. 
Accordingly. Weiss is not an enabling disclosuie, and as such cannot anticipate the instant invention as 
cbimccl 

Weiss does not disclose the instant method as claimed. Weiss is not an enabling disclosure 
Accordingly, Weiss cannot anticipate the instant invention as claimed. 

Applicants submit that the rejection of claims 1-S, 16. and 33 under 35 U.S.C. §102(e) has been 
adequately addressed in view of the remarks set forth above. The Examiner is thus respectftilly 
requested to withdraw the rejection. 

Claims 1-7. 16. and 33 .vere rejected under 35 U.S.C.§102(b) as allegedly anticipated by Alexl et 
al. ((May, 1997) Proc. Nati Acad. Sci. USA 77:5258-5262; "Alcxi"). 

Alexi is not available as prior art under 35 U.S.CS 102(b). To be available a., art under 35 
U.S.C.§ 1 02(b), a reference must have been published more than one year before the effective filing date 
of the application. The instant application has an effective filing date of August 4, 1997. Alexiwas 
published in May of 1 997, i.e., less than one year befon. the effective illing date of the instant 
application. Accordingly. Alexi is not available as prior art under 35 U.S.C.§l02(b). Alexi is available 
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as prior art under 35 U.S.C.§ 102(a). 



Under 37 C.F.R.§M31, and as discussed in MPliP §2132.01. when any claina of an application 
is rejected under 35 U.S.C.§ 102(a), the inventor of the subject matter of the rejected claim may submit a 
declaration to establi^^h invention of the subject matter of the rejected claim prior to the effective date of 
Ulc reference on which Ihc rejection is based. 

The Declaration of James Fallon under 37 C,F,R.§L13l, provided herewith as Exhibit 3, states 

, . ^ . * ^t^:^c.A ;^ ^uu-nc: 1-7 1 ^; find 33 was conceived and reduced to 
tnat cnc msturu vrrvcmiun ^huu^k^^ m iwj^^^wv. — - 1 ? 

practice before the May 1997 pubUcation date of Alexi. The doctoral thesis of James Steven Reid (the 
"Reid thesis") provides evidence for the fact that the instant invention as claimed was conceived and 
reduced to practice before the May 1997 publication date of Alexi. The Reid thesis was deposited with 
the Omce of Graduate Studies of the University of California at livine in March. 1997. A copy ofthc 
deposit foi-m is provide.! herewith as Exhibit 5. The deposit forni has been redacted to remove personal 
information. 

As discussed above, the Reid thesis is not available as prior art to the instant application under 35 
U.S.C.§ 1 02. as the Reid thesis was not publicly available until after the August 4. 1997 priority dale of 
the instant application. 

Applicants submit that the rejection of claims 1-7. 16. and 33 under 35 U.S.C. 102(b) has been 
adequately addressed in view of the remarks set forth above. The Hxaminer is thus re.spcctfully 
requested to withdniw the rejection. 

III. CONCLUSION 

Applicants submit that all of the claims are in condition for allowance, which action is requested. 
If the Uxaminer finds that a telephone conference would expedite the prosecution of this application, the 
Examiner is invited to telephone the undersigned at the number provided. 
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The Commissioner is hereby authorised to charge any underpayment of fees associated with this 

communication, including any necessary fees for extensions of time, or credit any overpayment to 

Deposit Account No. 50-0815, order number UCAL263C1P. 

Rcspectfiilly submitted, 

BOZtCEVJC, I'lELD & FRANCIS LLP 



Date: 



By: 




Paula A- Borden 
Registration No. 42,344 



BOZICEVIC, FIBLD & FRANCIS LLP 
200 Middlcfield Road, Suite 200 
Mcnlo Park, CA 94025 
Telephone: (650) 327-3400 
Facsimile: (650)327-3231 



r:\DOCUMnNT\lJCAL\263cip\rcsii 08-05-02 v2.doc 
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virn<;iON witm markings ^"nw CHANGES MADE 



Please enter the amendments to claims 1. 20, and 33, as shown below. 

I (Amended) A method for attracting a glial progenitor ceU, or a progeny of a glial 
progenitor coll, to a site nf.i.n.... or legion in a central nervous system (CNS) tissue, the method 

comprising [the steps of:] 

[providing a compound that binds to an epider^nal growth factor (EGF)/ ErbB faniily receptor; 

and] 

administering a sufficient amotmt of [the compound] n compound that bind,, to an epidermal 

^P^,py K,uT> r^ ^ ny .... ptnr. wherein sairl ntlmint>-tr.tion is ontsifj. ofthe ventricle^ a nd 
wherein [to the site to attract] the glial progenitor cell or progeny thereof is^ttSSled to the site of 
Hn ^pnoe or lesion in the central nervous system (CNS) tissue. 

20. (Amended) The method of claim 1, whe rr.in Ih^ pNS tissue is in tissue culture, an d 
wherein the compound is administered to [a] the tissue culture comprising a glial progenitor cell. 

33. (Amended) A method for attracting a glial progenitor cell, or a progeny thereof, to a site 
gfdamageorjesisn in a central nervous system (CNS) tissue^tfjejIlcM comprising administering a 
sufficient amount of transforming growth factor alpha (TCJFa) polypeptide, or ftmctional fragment 
thereof, to the site to attract the glial progenitor cell or its progeny to the site, wherein said 
f)r|mi"i°>'-nfir.n is fiiitside ofthe ventricles. 
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